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Abstract: Hyperlipidemia is a pathological condition of lipid metabolism disorder due to a variety of reasons, which can cause
atherosclerosis and other diseases, and seriously affect patients' quality of life. At present, western medicine in the treatment of
hyperlipidemia has many disadvantages such as high side effects, drug resistance and so on. However, traditional Chinese medicine
has a long history in the treatment of hyperlipidemia, with rich clinical experience. Traditional Chinese medicine has become a hot
topic in recent years due to its advantages of less side effects and good compliance. In this paper, by consulting and analyzing the
local and international literatures on the signaling pathway of traditional Chinese medicine in the treatment of hyperlipidemia, the
six signaling pathways of traditional Chinese medicine intervention on signaling pathway associated with hyperlipidemia are
summarized, which were PPAR, AMPK, cAMP, Adipocytokine, FXR-SHP and PI3K-AKT, respectively, so as to provide reference
for the research and development of drugs for hyperlipidemia.

Key words: traditional Chinese medicine; hyperlipidemia; signaling pathway; PPAR signaling pathway; AMPK signaling pathway;
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Fig.1 PPAR signaling pathway
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Fig.2 AMPK signaling pathway
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